A wide variety of neoplasms have been intracranially implanted, and many brain tumors have been transplanted to extracranial locations. Transplanted tumors are unsatisfactory for many experiments because of histologic differences from spontaneous lesions, necrosis, or tissue reactions, even in such "immunologically shielded" locations as the brain. Primary induction of satisfactory tunmrs would remove many of the problems inherent in transplantation. Intracranial tumors have been primarily induced by radiation (Table 1) , chemicals (Table e) , and viruses (Table 3) .
The most widely-used agents for such primary induction have been intracranially implanted chemical carcinogens. The aver- * Tumors are intracranial unless otherwise specified. Designation is that given by authors. Question mark follows those tumors in which statistical evidence of tumor growth as a result of radiation is doubtful.
t Animals in which these tumors were found may not have been exposed to radiation in each case. Description of experiments is incomplete.
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A. S. Grove, Jr., G. Di Chiro and G. F. Rabotti age times required for brain tumor induction in mice and rats using intracranial chemicals are approximately ~50 days for gliomas and ~0 days for sarcomas. Reports have been made of tumor production in rats in times as short as 3s and 45 days, in scantily described experiments. 14,65 From 1 to ~ 89 years were required to produce four brain tumors among 13 dogs in which methylcholanthrene was implanted2, 55
The induction times for intracranial tumors caused by viruses are much shorter than for those caused by chemicals. Polyoma virus has induced meningeal sarcomas in as many as 70% of the hamsters inoculated shortly after birth, frequently in less than 30 days. Simian vacuolating virus (SV40) can produce tumors of the ventricular ependyma or choroid plexus in up to 100% of the hamsters inoculated, but most have not been found until more than 100 days after inoculation. Only three brain tumors induced by adenovirus-l~ have been reported, and these were undifferentiated or unclassifiable. 41,72 Rous sarcoma virus (RSV) 77,7s has produced intracranial tumors in mice, rats, hamsters, rabbits, guinea pigs, cats, and a variety of fowl, sometimes within 15 days after inoculation.
The Schmidt-Ruppin, 1-4'4~'69's5 Carr-Zilber (Svet-Moldavsky),'~6'57'92-9~'116-11s Mill-Hill (Harris), 6T Bryan "high titer", 56,7~ and "Standard ''.66 strains of RSV have been shown to be oncogenic in mammals. Three RSV strains were used in the experiments reported here, in an attempt to grow brain tumors in dogs. A preliminary report has been made of our experiments using the Schmidt-Ruppin and Bryan "high titer" strains/s Dogs were chosen as the experimental hosts because the frequency with which they develop spontaneous brain tumors is similar to that of humans 9,49'~ and because of their availability and large size.
Materials and Methods
Seventy-six mongrel dogs from 1~ litters were inoculated intracerebrally with cell-* The "Standard" strain was obtained from Dr. Ray Bryan, of the National Cancer Institute, and has been designated also as the CT-559 strain by the Laboratory of Viral Carcinogenesis. This "Standard" strain is presumed to be similar to the original strain of virus isolated by Rous. * Tumors are intracranial unless otherwise specified. Designation is that given by authors. Question marks follow those tumors which were poorly described or in which the histologic diagnosis is open to doubt. ** Askanazy's 7 descriptions and interpretations are unclear (see Zimmerman and Arnold'24) . One rabbit in which a tumor was found had received an intracerebral injection of fetal rabbit tissue along with the benzpyrene.
